Despite restrictions, exposure to lead (Pb) continues. Moreover, exposure varies and is often higher in lower socioeconomic status (SES) families and remains a significant risk to cognitive development. Stress is another risk factor. Lower SES may be a proxy for stress in humans. When stress and Pb co-occur, risk may be increased. A few previous experiments have combined Pb with intermittent or acute stress but not with chronic stress. To determine if chronic developmental stress affects outcome in combination with Pb, we tested such effects on growth, organ weight, brain monoamines, and response to an acute stressor. Sprague Dawley rats were gavaged with Pb acetate (1 or 10 mg/kg) or vehicle every other day from postnatal day (P)4-29 and reared in standard or barren cages. Subsets were analyzed at different ages (P11, 19, 29). Chronic stress did not alter blood Pb levels but altered HPA axis response during early development whereas Pb did not. Pb treatment and rearing each altered organ-to-body weight ratios, most notably of thymus weights. Both Pb and rearing resulted in age-and region-dependent changes in serotonin and norepinephrine levels and in dopamine and serotonin turnover. The model introduced here may be useful for investigating the interaction of Pb and chronic developmental stress.
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Introduction
Chronic stress is a known modifier of physiological and neural function, especially when present during development. Many studies have shown that children from lower socioeconomic status (SES) households show evidence of elevated stress. For example, it has been demonstrated that children from lower SES backgrounds have higher cortisol levels and other markers of increased stress (Cohen et al., 2006; Lupien et al., 2000 Lupien et al., , 2001 compared to children from higher SES backgrounds. While moderate, periodic stress is normal, chronic stress has detrimental effects on physiological function and brain development (McEwen and Stellar, 1993; McEwen, 1998 of a cascade of hormones including corticotropin releasing factor, adrenocorticotropin hormone, and corticosterone (CORT; rodents)/cortisol (humans). The HPA axis maintains homeostasis and responds to threats after activation through negative feedback pathways that return the system to steady-state (Lupien et al., 1999; McEwen et al., 1992) . However, chronic or severe exposure to stressors results in HPA axis dysregulation and neuronal damage (De Kloet et al., 1988) . One phase of development, the stress hyporesponsive period (SHRP), is known to be vulnerable to elevated CORT levels. This stage (postnatal day (P)4-14 in rodents; late gestationearly childhood in humans) is characterized by a blunted adrenal response to stress during neuronal development (De Kloet et al., 1988; Sapolsky and Meaney, 1986) . It has been hypothesized that stressors that elevate CORT during this period result in long-term CNS damage, especially in the hippocampus (Anisman et al., 1998; Gos et al., 2008; Gruss et al., 2008) . In addition to exposure to elevated stress, children from lower SES environments are more likely to be exposed to higher levels of lead (Pb) because older inner city housing has higher Pb contamination (Goyer, 1996; Jacobs et al., 2002; Lanphear et al., 1998; Levin et al., 2008; Meyer et al., 2003; Muntner et al., 2005; Schnaas et al., 2004) . Pb is known to cause neurotoxicity in humans and animals, especially during development. Despite restrictions on its use in the United States, it is still used in some industrial settings and is
